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MARANTIC THROMBOSIS OF INTRA-CRANIAL 
VEINS COMPLICATING TYPHOID FEVER. 

By A. B. RICHARDSON, M.D. 

G. B., aged 43, married, American, white, motor man 
on street car, was seen in consultation with Drs. Wissinger 
and C. S. and W. D. Hamilton on the evening of Sept. 
9th, 1896. The following history was elicited: The patient 
had always been a vigorous, healthy man without evidence 
of specific disease, temperate and accustomed to hard 
work. About twelve years' previously he had been 
injured in a railroad wreck in which the right 
side of the head was bruised, and there ap¬ 
peared to the wife to be some depression which 
afterwards disappeared. As far as known he had no 
further symptoms as a result of this injury, and was en¬ 
gaged in hard work for twelve years afterwards. In June 
last, while at work on a street car and in a stooping posi¬ 
tion, he was struck on the left side of the head by the han¬ 
dle of a brake being unexpectedly released. The severity 
of this injury is not well attested, but he was off duty for 
a time as a result of it, and his wife says he complained 
more or less of headache from that time until his last ill¬ 
ness. On August 25th, Dr. Wissinger was called to see 
him and found the characteristic symptoms of typhoid 
fever. He had been sick about one week. He had the 
characteristic tongue, tenderness of the bowels, tympani¬ 
tes, diarrhoea, and rose spots on the abdomen. During 
this week, which was probably the second week of the 
fever, the temperature ranged from ioi° F.- in the morning 
to 103° F. in the evening. There was considerable pain in 
the head, but no delirium. From ‘Sept. 2nd to Sept 7th 
the temperature began to decline and was about normal 
in the morning. On Saturday and Sunday, Sept. 5th and 
6th, the pain in the head became much intensified and was 
concentrated in the left temporal region. On Monday 
the doctor was called and found him in a condition of col- 
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lapse. The temperature was subnormal, and he still 
complained of the severe pain in the left side of the head. 
This condition persisted through most of the day and 
gradually gave way under stimulating treatment, but the 
pain continued. . The temperatufe on Tuesday was a de¬ 
gree or so above normal, and the condition of collapse 
had disappeared, but the head symptoms were worse. 
The pain was severe, the pupils were contracted, 
there were some • somnolence and delirium, and in 
the latter part of the day convulsive move¬ 
ments were noticed in the left arm and leg and in the 
xight side of the face. On Wednesday morning the symp¬ 
toms were still more serious. There was marked coma, 
the pupils were much contracted, and the right more so 
than the left. Convulsive movements of the left side of 
the body were frequent, more marked in the leg. During 
the day convulsive movements were noticed on the right 
side of the body, also, and on the right side of the face. 

Dr. C. S. Hamilton had been called to consider the 
possibility of operative interference, and I was also 
asked to see the case, and did so about 5 o’clock that 
evening in company with the physicians above named. 
The patient was lying on his back in profound coma with 
a congested, oily state of the integument, profuse perspir¬ 
ation, pin-hole pupils, the right more contracted than the 
left, and injected sclerotics. There was no response to 
light, the conjunctiva was insensitive, and the 
temperature was 103° F. There were at inter¬ 
vals convulsive movements in the left leg, ex¬ 
tending to the left arm, and occasionally affecting 
also the right side of the face. There had been no nose¬ 
bleeding and there was no evidence of local congestion or 
"blood stasis. After conference it was decided that the 
•symptoms were not sufficient to justify operative interfer- 
'ence. They were too diffuse and confusing to justify the 
■diagnosis of cerebral abscess, and I was of the opinion 
that the case was one of acute meningitis. It was 
•suggested that his eyes be examined to determine the 
condition of the circulation in the fundus, and during the 
.night Dr. W. K. Rogers saw him and made the examina¬ 
tion, which revealed a certain amount of general engorge¬ 
ment of the vessels, more pronounced in the left eye. He 
was seen again by Dr. Wissinger and myself on the morn¬ 
ing of the 10th. His temperature was then slightly above 
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102 0 F., the pupils were still much contracted and une¬ 
qual, but there was more response to light and the con¬ 
junctiva was more sensitive. He was still in marked coma 
and could not be aroused to respond to questions. Con¬ 
vulsive movements had been noticed in the left leg and 
arm and in the right side of the face during the night at 
intervals and still continued. An unfavorable prognosis 
was given and operation was not deemed justifiable. He 
died on the 12th, without any return of consciousness and 
with no particular change in the symptoms. 

The autopsy was made on the 13th in the presence 
of Drs. Wissinger, W. D. Hamilton and myself. The 
brain alone was examined out of deference to the wishes 
of the relatives. On removal of the calvarium and the 
dura no signs of meningitis were found, considerably to 
my surprise. The surface of the arachnoid was smooth, 
there was neither pus nor lymph exudate, and no consid¬ 
erable increase of serum. The principal veins on the sur¬ 
face of the pia were distended with hard clots. One clot 
in particular of large size lay along the fissure of' 
Rolando on the right side. The sinuses, however, both 
the longitudinal and lateral, were patulous and contained 
only a moderate amount of fluid blood. ■ In the first left 
temporal convolution there was an area about the size of 
a small hickory nut within the cortex that broke open as- 
the brain was removed and discharged a small amount 
of pus and some broken down brain tissue and debris- 
of blood coagula. On the right side of the brain, just an¬ 
terior to the Rolandic fissure, at about its middle and 
upper 'thirds, there was another area, not so much soft¬ 
ened as the first, but dotted with enlarged vessels, filled 
with blood clots and beginning to break down. This area 
also reached to the cortex, but did not show 
externally, and extended some distance into the 
white substance. It was as large as a good- 
sized hickory nut and not well defined in out¬ 
line. In the right occipital lobe there was a third area al¬ 
most as large, more deeply seated, not at all softened, but 
dotted with vessels much enlarged and filled with hard 
blood clots. These were from a sixteenth to an eighth of 
an inch across their cut surface and very numerous. The 
area was not well defined. The veins of the surface of the 
pia were practically all filled and much distended with well 
formed dark clots. No signs of inflammation of the lining- 
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membrane of the veins could bfe noticed with the naked 
eye, but microscopical examination was not made. The 
skull did not show any sign of injury from either of the ac¬ 
cidents that have been recorded. The diagnosis was 
thrombosis of the cranial veins, probably affecting first 
the left temporal area and, later, the right Rolandic and 
occipital regions, and due to the blood stasis and blood 
changes in the condition of collapse during the later period 
■ of the typhoid fever. I have thought it of interest to place 
the case on record as in some respects it seems to be unus¬ 
ual and instructive. 

Thrombosis of the principal cranial sinuses is not in¬ 
frequent, and two well-defined varieties have been de¬ 
scribed. One, the marantic form, which occurs in ex¬ 
hausting diseases and states of blood dyscrasia, and is. 
probably due to blood changes and retarded blood cur¬ 
rent; and the other infective, and due to infective inflam¬ 
mation of the lining membranes of the sinuses from an ad¬ 
jacent or metastatic morbid process. I fail to find in any 
authoritative work, however, much account of this condi¬ 
tion of thrombosis occurring in the cranial veins and not 
in the sinuses. Gowers asks the question, “Does primary 
thrombosis ever occur in the veins and not in a sinus?” and. 
answers that “there is some pathological evidence that it. 
does.” Brill, in Dercum’s Text Book, does not mention it. 
Hirst says it “may occur in the veins as well as in the sin¬ 
uses,” and “ the venous thrombosis may extend into the: 
sinus and be taken for a sinus thrombosis.” Ross does not 
mention the occurrence in the veins. Neither do Rosen¬ 
thal, Gray nor Dana. Maceven goes very extensively into^ 
the subject of thrombosis of the intra-cranial sinuses in. 
his volume on diseases of the brain and spinal cord, but 
says nothing whatever of the marasmic form affecting the 
veins alone. He says the marasmic form is much less fre¬ 
quent than the infective, and “is almost invariably located, 
in the longitudinal, rarely in the lateral, and still more 
rarely in the cavernous sinus.” All the authorities unite 
in the statement'that it is usually found at the extremes of 
life in weakly persons and in the course of exhausting dis¬ 
eases, yet in this case, if we are correct in the diagnosis, it 
occurred in a strong, healthy man 43 years of age, and in 
the third or fourth week of a typhoid fever that had been 
uncomplicated, and in which the fever did not rise as high 
as 103° F. It would be interesting to know whether the 
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collapse was the cause or the result of the thrombosis. I 
have already said that I believed it was a contributing 
cause, and may it not be explained in part by the peculiar 
blood state that favored the thrombosis? All authorities 
also speak of the difficulty of diagnosis and the similarity 
that exists in the symptoms of thrombosis and those of 
meningitis and cerebral abscess. The absence of evidences 
of local blood stasis, they say, makes this diagnosis impos¬ 
sible, as the other symptoms are practically those of men¬ 
ingitis. In this case the absence of thrombosis of the prin¬ 
cipal sinuses caused an absence of any evidence of local 
stasis of the blood current, such as nose bleeding or local 
congestion of the integument, and thus rendered the diag¬ 
nosis practically impossible. I am much indebted to Dr. 
Wissinger for many of the clinical data on which the fore¬ 
going is based. 


Two Cases of Tumor of the Vertebral Canal Pressing upon 

the Spinal Cord. By Prof. Raymond and Dr. Nageotte. Jour¬ 
nal de Neurologie et d’Hypnologie, Nos. I and 2. 

What makes one of these cases interesting from a clinical point 
of view is, that while there was at first spastic paraplegia accompanied 
by anaesthesia, the paralysis afterwards became flaccid, with loss of 
the reflexes, although the tumor was situated in the middle dorsal 
region and histological post mortem examination showed the complete 
absence of lesions in the lumbar portion which could have explained 
the loss of the reflexes. 

In both cases the histological examination revealed interesting and 
practically important facts. At the level of the tumor where the cord 
was exposed to the pressure nearly all fibres on the transverse section 
were found degenerated. This degeneration was stated to be only in the 
medullary sheaths, however, while axis cylinders seemed to be intact. 
The authors discuss the question, whether the longitudinal extent of 
such lesion of the nerve fibres may be of influence in this sense, that 
when the lesion of the medullary sheaths reaches a certain longitudinal 
extent the function of the fibre becomes abolished. In the second case 
the said changes of the nerve fibres had affected these in a lesser height 
than in the first case and the sensory disturbances were more marked 
in the latter case. In case 1, the clinical cause would further speak in 
favor of the theory according to which complete transverse lesion of 
the cord leads not to exaggeration, but to abolition of the reflexes in 
parts below the lesion; if it is assumed that at first the degeneration of 
the medullary sheaths had not reached such longitudinal extent as to 
abolish their function, but that it did so in the further course. 

Practically the two cases demonstrate the important fact, that after 
compression of the cord has lasted for some time, leading to com¬ 
plete sensory and motor paralysis, recovery may still be expected, if 
the cause is removed; since at this stage the axis cylinders of the com¬ 
pressed fibres may still be normal, although their medullary sheaths 
have become degenerated. Onuf. 



